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Fig. 1. ROS amplify glucose signaling in renal
cells. AGE, advanced glycation end pro-
ducts, Ang II, angiotensin II; AR, aldose
reductase; ECM, extracellular matrix;
GFAT, glutamine:fructose-6-phosphate ami-
dotransferase;. PAI-1, plasminogen activa-
tor inhibitor-1; PKC, protein kinase C;
ROS, reactive oxygen species; TGF- g1,
transforming growth factor- 7 1.
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